She had some txvitching of her right shouldler. There was no manifest tetany, but oni tappinog the facial nerve, spasiI of the face-muscles was produced, especially at the corners of the mouth. C(arpo-pedal spasms could not be prodluced by constrictions round the lim-bs. She wvas excreting an alkaline urine.
After a day or two in hospital her symlptomns cleared up. In nieither of these cases was any organic basis found for the hyper ventilationl, and so the primiary lesion must be regarded as functional. Such a psycho-neurosis and post-lethargic encephalitis are generally given as the most commilllon causes of over-breathing.
The resulting biochemical disturbance seemils to be somiiething like this (b) Chronic haeimolytic anaemia.
(c) Rare conditions, e.g., sickle-cell aniemia, etc. The two cases to be described fall into the group of chronic hzemolytic anzemias. This group includes several types of blood-disease, e.g., acholuric jaundice, atypical cases of Hodgkin's disease, atypical leukaemias, etc.
Uirom a practical point of view the Imain interest in the group is the fact that such cases may be mistaken for Addison's (pernicious) anzemia, to which they bear a superficial resemblance.
MIy object in reporting these cases is to emphasize the differences between haeilmolytic anoemia and pernicious anaeinia. CASE 1.-Female, aged 38. Seen in July, 1937. She had complained for some months of increasing weakness, pallor, and exhaustion. The only significant point in her history was the fact that she had for some time been taking a preparation for the relief of chronic asthma, from which she had suffered for many years.
This preparation contained two unusual drugs-calcium benzylphthalate and phenylsemicarbazide. The possible significance of these will be referred to later.
Her appearance suggested a moderately intense anxemia, and her colour was distinctly icteric.
On examination, the only findings were a chronic bronchitis of the spastic type, and an easily palpable spleen. There were no enlarged glands, and her tongue did not show the features of an achlorhydric glossitis.
The urine was normal except for the presence of a marked excess of urobilin. If there is any indication of a relapse in the future, one woul(d certainly advise a blood-transfusion in viewv of the dramatic response in the previous case.
The question of splenectomv has been considered, but at the moment does not appear to be desirable.
Tt shouldl be emaphasised that the administration of liver to these cases has no real scientific basis, and the apparent improvement may only represent a natural fluctuation in the disease.
DIFFERENTIATION FROM PERNICIOUS AN;ENIIA.
It will be seen that there are some points in common between chronic haemolvtic anoemia and pernicious anaemia. In both one finds a high colour-index (this is 146 not invariable in haemolytic anamia), megalocytosis, increased bilirubin in the blood, and excess of urobilin in the urine.
There are, however, two essential points of difference (1) In haemolytic anoemia it is unusual to find any abnormality in gastric secretion, whereas achlorhydria is almost an essential point in the diagnosis of pernicious anemia.
(2) In haemolytic anaximia a constant reticulocytosis is always present in the peripheral blood, even Nhen the anaemia is rapidly progressing. A reticulocytosis only occurs in pernicious anaemia at the onset of a remission, and is transitory.
The megalocytosis of chronic haemolytic anaemia has been frequently noted. It is certainly not due to deficiency of the specific anti-anoemic factor. In a recent paper Davidson' suggests that prolonged and excessive erythroblastic activity results in the formation of large primitive erythroblasts, "the descendants of which have a diameter greater than normal."
In attempting to classify these cases, one notices that they agree closely with a group of anaemias which have been described by Davidson and (4) Acholuric jaundice.-It would seem that these cases can best be classified as acquired acholuric jaundice. In making this statement, one is aware that many authorities deny the existence of such a condition, and hold that all cases of acholuric jaundice are " congenital," the so-called " acquired form " being simply a delayed manifestation of the familial disease.
In the patients described there was no family history of jaundice or anaemia, but the fragility of the red cells of relatives was not tested.
The fact that the fragility in the two patients was normzal does not, apparently, rule out such a diagnosis.
